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It’s now cheaper to print color figures in KI
Have you been concerned in the past about the cost of print-
ing color figures in Kidney International (KI)? KI has listened 
to your concerns and is now offering permanently reduced 
pricing for color figures—a flat fee of $500 per printed page, 
no matter how many color figures are on a page. This pricing 
is more affordable for authors and competitive with other top 
scientific journals. We want to make it easier for authors to 
publish the color figures that demonstrate important scien-
tific findings, and our new pricing reflects our commitment to 
achieving this goal.
Apolipoprotein A-IV 
and amyloidosis
Modern methods of protein chemistry 
have allowed the identification of the 
nature of many amyloid deposits in the 
kidney. We now know that many proteins, 
in addition to the classical monoclonal 
gammopathy, can precipitate amyloid 
plaques, including transthyretin, fibrino-
gen A-a, lysozyme, gelsolin, and the two 
apolipoproteins A-I and A-II. Sethi et al. 
describe a patient with a new cause to be 
added to this list, apolipoprotein A-IV. 
After excluding the known causes, they 
subjected the biopsy to laser microdis-
section, followed by mass spectrometry. 
The peptide fragments were identified 
as apolipoprotein A-IV. Interestingly, 
the medulla was the site of preferential 
deposition, unlike with the previously 
identified causes. See page 201.
Heterozygous 
mutations causing 
CAKUT
Congenital abnormalities of the kidney 
and urinary tract (CAKUT) are frequent 
and cause chronic kidney disease in chil-
dren. As they report in this issue, Saisa-
wat et al. used the powerful new method 
of massive parallel exon sequencing to 
search for new causative mutations in 
30 candidate genes previously identi-
fied in human or animal studies. The 
analysis was repeated in carriers. Muta-
tions in two genes, FRAS1 and FREM2, 
were identified. These genes were not 
known previously to cause human dis-
ease. Although these genes were impli-
cated previously in Fraser’s syndrome, 
a recessive human disease with many 
anomalies including renal agenesis, 
heterozygous mutations had not been 
known to cause CAKUT. See page 196.
Membranous 
glomerulonephritis 
and thromboembolism
Although standard teaching suggests 
that thromboembolic events are most 
common in membranous glomerulone-
phritis, questions have been raised as to 
whether this merely reflects protein uria 
or other causes. Thus, Barbour et al. 
studied a very large cohort of patients 
in a Canadian glomerulonephritis reg-
istry. Among the 1313 patients, there 
were equal numbers of membranous 
nephropathy, focal segmental glo-
merulosclerosis, and IgA nephropathy 
patients; all were followed for about 5 
years. Despite the elimination of many 
confounding factors, such as protein-
uria, cancer history, and serum albu-
min, membranous glomerulo nephritis 
remained the leading risk factor. 
See page 190. 
